with the wall of a hollow viscous, the mounting pressure exerted by the surrounding inflammatory reaction may force it to penetrate the wall of the hollow viscous and into its lumen. The standard investigation for confirmation of diagnosis is CECT of the abdomen. The presence of a spongiform mass in the peritoneal cavity on CECT imaging is characteristic of gossypiboma. [4] Once diagnosed, removal of the foreign body is necessary to prevent future unwanted complications. Intense inflammatory reaction induced by gossypiboma leads to the formation of extensive intra-abdominal granulations and adhesions. Hence, open exploration is preferred over minimally invasive techniques for retrieval of gossypiboma.
Various preventive measures such as the use of fixed number of sponges in all procedures, using sponges with radio-opaque markers, avoiding the use of small-sized sponges, counting the sponges at least thrice during the procedure and communicating the count to all members, thorough checking of all abdominal recesses prior to closure, and liberal use of post-operative check X-ray in case of doubt in sponge count can reduce the occurrence of gossypiboma. Newer methods such as bar coding of sponges and radiofrequency identification technology have improved the success rate of missed sponges; however, limited experience and increased cost have hindered their widespread acceptance. [5] The incidence of gossypiboma is showing a decreasing trend in recent times. The biggest contributing factor is the advent and widespread acceptance of minimal access surgery, which has practically done away with the use of surgical sponge during the operative procedures. Our case reaffirms the age-old saying "prevention is better than cure" and patient safety should be the top priority during any surgical intervention. Figure 1 ]. Repeat CT done 24 h later showed that the edema had progressed and involved bilateral thalami and basal ganglia [ Figure 2 ]. The diagnosis of cerebral venous thrombosis (CVT) was made on the initial scan and anticoagulants were started. The child was saved and is now on antiepileptic therapy for focal seizures.
Predisposing factors of CVT in children are infection, coagulopathy, acute systemic illness, shock, and dehydration. Pathophysiologic mechanism behind CVT is same as risk factors for Virchow's triad, which includes local trauma to vessel wall, stasis, and a hypercoagulable state. Vasogenic edema develops due to disruption of the blood brain barrier followed by cytotoxic edema resulting from localized ischemia and damage to intracellular ion channels, eventually leading to neuronal swelling.
On imaging, direct signs of CVT are "cord sign" also known as "dense clot sign" which suggests acute thrombus. [1, 2] This sign is usually seen for the first 7-14 days. [3] The cord sign represents direct visualization of a thrombosed cortical vein that is seen as linear hyperdensity. Indirect signs of CVT on CT are diffuse brain edema, decreased ventricular size, infarct not conforming to a major arterial vascular territory, involvement of a subcortical region with sparing of the cortex, extension over more than one arterial distribution, and hemorrhages. "Empty delta sign" seen for 5 days to 2 months on contrast-enhanced CT represents a filling defect (thrombus) in the dural veins. [1] Poor prognostic factors of CVT include: Old age, involvement of deep veins, concomitant central nervous system (CNS) infection or cancer, or if the patient presents in coma or hemorrhage. Isolated instances of cortical venous thrombosis without sinus involvement are rare. The emphasis of this particular case lies in early recognition of the hyperdense sign. Treating clinicians should be aware of these imaging findings so that they can see on CT even if the radiologist has missed so that prompt treatment can be started. 
